purpura mainly in the trunk. There was left knee joint swelling with raised local temperature and grade II tenderness, patellar tap was positive with mild movement restriction and quadricep and calf muscle wasting. There was no organomegaly or peripheral lymphadenopathy. All other system examination revealed normal. The initial complete blood count (CBC) showed haemoglobin 7.9 gm/dl, total WBC count 8.6×10 9 / L with 85.9% neutrophils, 11% lymphocytes, 3% monocytes., Platelet count was 10×10/ L. The peripheral smear showed marked paucity of platelets with no evidence of haemolysis. Bone marrow aspiration showed hypercellular marrow with increased M/ E ratio and normal maturation. Megakaryocytes were increased with normal morphology. No granuloma or hemophagocyte was detected. (Fig.-1 ) Bleeding time, clotting time, activated partial thromboplastin time, anti nuclear antibody, rheumatoid factor were within normal range.
Erythrocyte sedimentation rate was 40 mm in first hour; mantoux test was 22 mm induration. Serum creatinine, blood urea, blood uric acid, liver function test all were within normal limit. X-ray chest posterioranterior view revealed apparently normal parenchyma. Aspiration from left knee joint swelling showed haemorrhagic collection with plenty polymorphs, exudates and no bacteria or acid fast bacilli. Prothrombin time, fibrinogen degradation product, antibody to platelets, screening for Salmonella, Brucella, HIV, HBsAg, anti HCV and blood culture were not done due to poor financial condition of the patient.. Arthroscopy revealed multiple rice-bodies in synovial membrane; biopsy was taken and found multiple granulomas consistent with TB. (Fig.-2) Tissue culture was not done.
Discussion:
ITP is a relatively common immune-driven disorder that classically occurs in two forms: a childhood variety that is acute, without gender predilection, post-viral and self-limited, and the adult form that tends to be chronic, female-predominant , and most frequent between the 2 nd and 4th decades. 5 In approximately 50% of cases of ITP no underlying etiology is discovered. Many disorders may lead to secondary ITP such as systemic lupus erythematosus, lymphoproliferative disorders, especially chronic lymphocytic leukemia and hodgkin's lymphoma, and medications but tuberculosis is very rare.
The two principal diagnostic criteria for ITP are thrombocytopenia in the context of an otherwise normal blood count and a normal peripheral smear and the exclusion of conditions capable of inducing thrombocytopenia. 6 The case that we report could be confused by coincidental presentation of adult idiopathic thrombocytopenic purpura and tuberculosis ; by drug-induced thrombocytopenia, thrombotic thrombocytopenic purpura (TTP), hemolytic uremic syndrome (HUS), hemophagocytic syndrome or disseminated intravascular coagulation (DIC) associated with TB. But adult ITP typically follows an insidious course with long-lasting histories of purpura (thrombocytopenia for >6 months) and spontaneous remission is uncommon and is likely to be incomplete. [7] [8] [9] In our case, we excluded the adult ITP not only on the basis of standard criteria , but with response to steroids since thrombocytopenia did not improve up to satisfactory extent rather promptly worsen after a short rise of platelet count which might be more likely due to fresh whole blood transfusion but effect of IV dexametahsone . Also we excluded other causes of thrombocytopenia such as hemophagocytic syndrome, TTP, combined autoimmune cytopenias, hepatospleenomegaly with history, clinical and laboratoryfindings, and examination of bone marrow aspiration and biopsy that were described in case presentation .Thus the temporal association of the joint TB with bleeding manifestations , and the prompt recovery of platelet count after starting anti TB along with steroid is further evidence to suggest tuberculosis was the most likely etiology for thrombocytopenia. An immune basis for tuberculosis induced ITP was supported by the presence of either platelet antigen specific antibodies or platelet surface membrane IgG. 10, 11 It has been postulated that the anti platelet antibodies After admission he was treated with two units of fresh whole blood and intravenous (I/V) Dexamethasone. His condition was improving but on second week, platelet count again dropped to 10×10/L. Three units of fresh whole blood were given again and I/V Dexamethasone continued. After that platelet count was improved to 60×10/L and biopsy was taken . According to biopsy report anti TB drugs (Rifampicin 450 mg , isoniazid 225 mg , pyrazinamide 40 mg , ethambutol 725 mg and pyridoxine 75 mg daily) along with oral prednisolon ( 1mg/kg/day ) started. After ten days of treatment platelet count reached to 210×10 /L. At that time patients was afebrile, bleeding manifestation subsided and wellbeing was improved. Oral steroid was tapered gradually and after 75 days of discharge platelet count became 310×10/L. generated in some cases of tuberculosis induced ITP are secreted by lymphocytes. 12 In our case, antiplatelet antibody could not be detected due to in availability. However, as highlighted in the American Society for Hematology's 1996 and British Hematology of Society's 2003 guidelines for the diagnosis and management of ITP, the absence of anti-platelet antibodies in no way invalidates the diagnosis of ITP. 13 In fact, anti-platelet antibodies are labeled as an "unnecessary" test for the routine evaluation to ITP. As we already mentioned ITP is a rare manifestation of tuberculosis seen in 1% of cases of adult tuberculosis in one series. 14 The other reported cases of immune thrombocytopenia are case reports in association with adult pulmonary, mediastinal, disseminated ,tubercular lymphadenitis but ITP associated with joint TB have not yet reported to our best knowledge. 6, 10, 15, 16 On the basis of clinical & histological findings that is demonstration of granuloma in synovial tissue with conventional clinical findings like evening rise of temperature , weight loss and exclusion of other causes of thrombocytopenia, the case was diagnosed as ITP due to joint TB. The patient is still under our follow up without relapsing of thrombocytopenia.
It is needless to say that TB is a new rising disease after being controlled successfully for several decades. It shows diverse presentations including different haematological abnormalities. As many questions regarding the pathophysiology, immunological factors & treatment of TB related ITP are not clear and as the incidence of this world wide disease continues to increase, further studies are required.
